Discussion
It is worth considering the inheritance in this syndrome. Inheritance is X-linked dominant2. In X-linked dominantly inherited conditions the heterozygous female manifests the condition and the pattern of inheritance superficially resembles that of autosomal dominance. The female transmits the gene to half her sons and half her daughters who express the condition to a greater or lesser extent. The affected male transmits the condition to all his daughters and none of his sons3. Focal dermal hypoplasia syndrome is also prenatally lethal in the non-mutant male2 which explains the female preponderance and the high spontaneous abortion rate in early pregnancy in heterozygous females.
The main condition from which focal dermal hypoplasia syndrome must be differentiated in early life is incontinentia pigmenti although Rothmund-Thomson syndrome must also be considered.
Focal dermal hypoplasia syndrome sometimes initially shows an inflammatory phase in which there may also be blistering and crusting. Macular areas ofhypopigmentation and hyperpigmentation also occur. Skin lesions-tend to be linear. Forty per cent of focal dermal hypoplasia syndrome patients have ocular abnormalities and 80% have skeletal abnormalities4. These physical signs all occur in incontinentia pigmenti where they are frequently accompanied by blood leucocytosis with eosinophilia5. The diagnosis of focal dermal hypoplasia can be made when the hypoplastic affected areas of skin with characteristic histology are found.
Neonatal Rothmund-Thomson syndrome shows linear indurated erythematous lesions with photosensitivity. These lesions subside leaving shiny atrophic skin with telangiectasia. Macular hyperpigmentation may be present as may other congenital ectodermal and skeletal defects. The distinction from focal dermal hypoplasia syndrome must be made on histologic grounds.
In Rothmund-Thompson syndrome the epidermis is abnormal and shows atrophy, dyskeratosis and basal layer abnormalities, none of which occur in the focal dermal hypoplasia syndrome6. We have recently seen 3 patients affected by a widespread eruption of minute keratoses confined to areas of irradiated skin with clinical and histological features ofwhich we have been unable to find previous literary descriptions. A fourth patient with similar clinical and histopathological features occurring after exposure only to actinic irradiation is described.
Post irradiation conical keratosis

Case reports
Three female patients, aged 72, 37 and 53 years developed mild radiodermatitis from adjuvant megavoltage radiotherapy following mastectomy for carcinoma of the breast. They were otherwise well and had no past or family history of skin disease. All three remained well after their treatment. Over the 5 years, 3 years and 9 months respectively since radiotherapy each woman developed profuse numbers offine acuminate hyperkeratotic lesions confined to the area of radiodermatitis (Figure 1) . None of the women had exposed^£ , . ' s . . : . . ' . . . . . keratinocytes. The histological features of the second patient's skin lesions were similar except that the keratin of some of the cones was parakeratotic and arose from epidermal depressions surmounting small papules, lined by hypergranular acanthotic epidermis. The third patient declined biopsy.
Comment
Since we presented our cases, Mallett and Staughton (Royal Society of Medicine, Section of Dermatology Meeting, 20 February 1986) have described a 52-year-old female sunworshipper who developed a similar eruption of minute conical keratoses on the upper cheat and shoulders, over three years, on skin which had been exposed to much ultraviolet radiation. Each year after Mediterranean sun exposure the lesions would peel off and the skin became smooth for some weeks before thelesions reformed. The histological features were similar to those in our patients. Hyperkeratotic cones of orthokeratin with small parakeratotic areas, arose-fom slightly acanthotic epidermal depressions with a prominent granular layer. This woman's condition resolved after application of 2% salicyclic acid ointment but none of our 3 patients requested treatment.
We have not found any reference to similar cases of this interesting curiosity and feel that, despite slight histological variation, it represents a single clinical entity which is caused by skin exposure to actinic or X-irrdiation. We have therefore called it 'post irradiation conical keratosis' (PICK). The histological, electron microscopical and clinical features are distinct from Flegel's and Kyrle's disease and the conditions listed in the introductory paragraph. The descriptions of minute aggregate keratoee2, multiple minute digitate hyper-keratosesP'4 and disseminated spiked hyperkeratosis5 differ from our patients who had smaller, individual lesions which did not show the tenting ofthe subcorneal layers, elongation ofrete ridges, flat topped papules, crateriform lesions, linear aggregation or familial predisposition described in those conditions.
Since this manuscript was originally prepared we have read of an apparently identical case described by Burns67.
